We report here 
INTRODUCTION
Deep venous thrombosis (DVT) is a significant source of morbidity and mortality in patients with a major traumatic injury. The reported incidence of DVT in patients with trauma varies between 20% and 90%, whereas the incidence of pulmonary embolism is from 4% to 22% [1] . Despite the high incidence of DVT, inferior vena caval thrombosis (IVCT) after blunt trauma is extremely rare. To our knowledge, only ten such cases have been presented in the English literature since 1911 [2] [3] [4] [5] [6] [7] [8] [9] [10] . The [9] . In our case, the second explanation is tenable, since the CT scan revealed neither retroperitoneal hematoma around the IVC nor thrombus in the hepatic vein. However, it showed a huge hepatic parenchymal hemorrhage extending to the retrohepatic portion of the IVC, and we supposed the IVC to be bruised (Fig. 1) .
Hypercoagulability associated with suppression of fibrinolysis is a normal physiologic response after trauma [11] . Enderson et al., described D-dimer cross-linked fibrin degradation product (FDP-D-dimer) in trauma patients as an indicator of hypercoagulability [12] . They advocated that a second rise in FDP-D-dimer following the initial increase correlated strongly with the development of venous thromboembolism [13] . Alterations in the fibrinolytic system are concurrent with this hypercoagulability. After the initial hyperfibrinolytic state, overall fibrinolytic activity is strikingly reduced. Figure 3 shows the time course of changes in the values of hypercoagulability (FDP-D-dimer, platelet count, and fibrinogen) and fibrinolysis (plasminogen) in our patient. Although plasminogen itself could not be a direct indicator of fibrinolysis, we refer to it as an indirect indicator as Kapsch described [14] . Since [19] . In our case, prophylactic anticoagulant therapy to venous thrombosis was not considered because of hemorrhagic risk. In addition, we did not feel the necessity of venous compression boot since he could ambulate. However, we cannot justify the "no prophylactic treatment" since the patient was at high risk of venous thrombosis because of multiple injuries and hypercoaguability. The use of low molecular weight heparin (LMWH) in high-risk trauma patients is currently under investigation [20] . Several studies have demonstrated the efficacy of LMWH in preventing venous thromboembolism with less bleeding complications in orthopedic patients [21, 22] . In such major hepatic and head injury as our case, however, the safety and efficacy of LMWH is unclear. Further studies are mandatory to evaluate the detailed indication or contraindication of LMWH in major hepatic or head trauma in preventing venous or pulmonary thromboembolism.
